SUMMARY Two cases are described of a previously unrecognised sequel of posthaemorrhagic ventricular dilatation. The first case documents freely mobile blood clots within the lateral ventricular system, the second variable asymmetry in the size of the dilated lateral ventricle. The unilateral ventricular dilatation depended on which side the infant was lying, the dependent ventricle being considerably larger than the upper one within 4 hours of head turning. Each of these conditions spontaneously resolved with no specific treatment.
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Intracranial haemorrhage and consequent posthaemorrhagic dilatation are well-known entities in preterm babiesl 2 and real-time ultrasonography has proved to be a safe and accurate method for diagnosing intracerebral haemorrhage and measuring ventricular size. [3] [4] [5] By using real-time ultrasonography routinely we have been able to follow the development of this condition and to note two unusual consequences of posthaemorrhagic dilatation.
Patients
Case 1. A boy was born at 30 weeks of gestation by spontaneous vaginal vertex delivery. Apgar score was 4 at one minute and 8 at ten minutes. Soon after birth he developed signs of respiratory distress and a chest x-ray film showed severe hyaline membrane disease. The baby was electively intubated at 4 hours of life for transporting to Hammersmith Hospital and then mechanically ventilated for 9 days. On arrival he was hypothermic (33°C) and acidotic (pH 6 89). Two hours later pH was 7.27 and his condition appeared clinically to be improved. At age 48 hours his general condition deteriorated and he was noted to have grossly abnormal movements and thought clinically to have sustained intraventricular haemorrhage.
The occipitofrontal head circumference grew rapidly from the 10th day of life despite lumbar punctures and a ventriculoatrial shunt was inserted on the 40th day of life. When discharged at age 9 weeks, the infant had a pronounced head lag, abnormal eye movements, and a paralytic squint of the right eye. He was however responsive and both visually and auditorily quite alert.
Ultrasound scans showed bilateral intraventricular haemorrhage to have occurred at about age 72 hours with considerable intraparenchymal extension. Distended ventricles were first noted at 5 days of life and echogenic clots within the ventricles were clearly defined. By the 10th day of life, the posthaemorrhagic dilatation became very pronounced with considerable cerebral compression. Subsequent ultrasound examinations showed that when the infant was 30 days of age, the clots progressively became free within the ventricular system, and were from time to time either clearly visible or totally absent.
In order to determine the movements and the position of the clots in relation to the baby's posture, we performed repeated scans, each time with the infant in a different position (Fig. 1) .
When the infant was in the left lateral position, a clot was noted to be lying against the most lateral margin of the left lateral ventricle. The baby was then moved to lie supine, and the clots disappeared, although the most posterior part of the occipital poles could not be adequately visualised. When the infant was placed in the prone position, the clot reappeared to lie on the floor of the body of the lateral ventricle. By noticed a striking disparity between the size and shape of the bodies of the two lateral ventricles (Fig. 2) . We were able to demonstrate by sequential scans that the variations were dependent on the baby's posture.
When the infant was lying on his left side, the left ventricle was considerably larger than the right. The infant was then turned to lie on his right side for the next 2 hours and the right lateral ventricle enlarged, so that they were roughly equal in size. After a further 2 hours of lying on his right side, the body of the right lateral ventricle became enlarged and the left side became much smaller. This pattern of change in ventricular size could then be repeated by turning the baby back through these positions. This sequence was only noted during one week when the ventricles were particularly dilated, and disappeared as the ventricles reduced in size.
Discussion
The introduction of computerised x-ray tomography and, more recently, of real-time cerebral ultrasonography has made possible the study of the natural history of intraventricular haemorrhage and consequent changes in ventricular size. Ventricular dilatation occurred in nearly 40 % of infants followed sequentially after intracranial haemorrhage but frank clinical hydrocephalus was much less common.2 The two cases reported here illustrate observations made when frequent ultrasound scans of the cerebral ventricles are performed after haemorrhage. We believe such observations to be important for two reasons. The first is that both are as yet unrecognised and appear to be unique. The second reason is that such conditions may be thought to In Case 2, pronounced irregularity in the size of the lateral ventricles may be due to partial obstruction at the foramen of Monro. This was clearly not the case; in fact, free communication of CSF through this structure must clearly have been possible. Lack of therapeutic intervention again appeared to be the appropriate management as eventually there was complete resolution.
An explanation for this phenomenon is provided by consideration of the relative changes in intracranial pressure. The normal pressure within the ventricular system in an infant of this gestation is probably 7 to 10 cm of water6 and the distance between the midpoints of the bodies of the lateral ventricles was measured at 1 *5 cm. If the system were freely communicating and the brain of low density, this represents a pressure difference of 15 to 20 % between the midpoints of the two ventricles when the infant's head was on the side. This increased hydrostatic pressure in the dependent ventricle might be enough to cause distension and distortion of it with contraction of the upper one.
The point in reporting these cases is to stress that methods-such as ultrasound which can be used repeatedly and without risk to visualise previously unstudied structures-often raise more questions than they provide answers. It may be tempting to perform therapeutic manoeuvres to restore the status quo but we believe that a more restrained 'wait and see' attitude is often a wiser course of action. 
